It was demonstrated that newborn mice, surviving an infection with attenuated herpes simplex virus, become resistant to challenge with a pathogenic strain of herpes simplex virus. This resistance did not seem to be mediated by antibody.
Newborn animals are known to have a very weak capacity to produce antibodies against exogenous antigens (2) . The research reported in this paper was performed to determine whether or not a defense against herpes simplex virus infection can be established in newborn mice and, if so, what the mechanism of this may be.
The SKa and HF strains of herpes simplex virus (type 1) were kindly supplied by K. Ypshino. The SKa strain is a highly attenuated one for young mice (3) . The SKa virus material was prepared by inoculation onto chorioallantoic membranes of embryonated hen eggs (3). The HF strain and the Rift Valley fever (RVF) virus pantropic strain were grown in Vero cells.
The infection defense tests were performed as follows. Newborn mice (closed colony of ddy strain), within 24 h after birth, were immunized by intraperitoneal inoculation with 101.3 plaqueforming units of live SKa virus per 0.1 ml, followed by intraperitoneal challenge with 10-fold serial dilutions of homologous and heterologous virus at the indicated intervals. The protection index against the homologous virus challenge 3, 5, and 6 days after SKa strain immunization was 2.9, 3.5, and 4.0, respectively ( Table 1 ). The same index against the RVF heterologous virus challenge 5 and 6 days after SKa strain immunization was 0.75 and 1.1, respectively, both of which are very low ( Table  2 ).
The following experiment was performed to determine the period at which specific resistance to homologous virus challenge appears.
Immunized mice 2 days after immunization and nonimmunized mice were divided into two groups and challenged with the HF and RVF viruses. The results showed that the protection index against the challenge in each case was 1.58 and 1.31, respectively, both of which are low values. These results indicate that the strong specific resistance appears later than 2 days after immunization. Doses of 0.1 ml of 105.3 plaque-forming units of SKa virus per 0.1 ml were inoculated intraperitoneally in mice within 24 h after birth, at 1 day of age, and at 5 weeks of age. The complement-requiring neutralizing antibody titer was measured by a method worked out by Yoshino and Taniguchi (4). Four-tenths milliliter of HF strain virus was added to a mixture of the serum to be tested (0.2 ml) and to guinea pig complement (0.2 ml). After incubation at 37 C for 1 h, primary chicken embryo culture dishes were inoculated with 0.2 ml of mixture. After 1 h of adsorption at 37 C, the cultures were overlayed with agar medium and incubated for 4 days. The plaque count was measured 4 h after staining with neutral red. The antibody titer was expressed as the serum dilution required for a 50% reduction of the plaque count of the challenge virus. The results are shown in Table 3 . Antibodies were detected in adult mice after 5 days (1:32), but they were first detected in newborn mice after 13 days (1:36). Antibody titers were not found in other experiments at 8, 9, and 10 days after immunization. From these results, it appears that antibody production in newborn mice is very weak, since antibody is not detected until about 10 days after virus inoculation in these mice. Antibody titers were measured 15 days after immunization of newborn mice challenged with HF 6 days after immunization and of those not challenged. These groups showed antibody VOL. 12, 1975 
